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On the Nationalization of DRG Payments

As THIS IS WRITTEN, it appears that the federal government is
determined to move ahead with its plan to impose uniform
national standards for the administration of its Medicare pro-
gram. The diagnosis-related groups (DRGs) are already in
place, and now the goal is to make the payments uniform
nationwide to hospitals for these services. There has been
remarkably little discussion as to whether this will even be
workable, or of what might be the fallout in terms of patient
care for the Medicare beneficiaries and others in various parts
of the country. Nor has much thought been given to what
might be the long-term effects of this particular federal initia-
tive. It is already known that plans are being made by the
government to include physicians’ services in the DRG
system, although little has been said so far about making the
payments uniform nationwide to physicians for these ser-
vices.

The DRG system is the most recent in a cascade of federal
initiatives that have attempted to control or reduce the rising
costs of health care. None of these has been very effective.
Many were based on simplistic assumptions that proved to be
false. The DRG system seems to have come into being more
for the convenience of the government than any of its prede-
cessors. Some kind of manageable national standards are
probably essential, and certainly convenient, for the smooth
and easy administration of a national program, particularly
one that reaches as far into the infrastructure of society as does
the Medicare program. But even so, it remains to be seen
whether this will work any better than the earlier initiatives. It
too may be based on a false assumption—in this case of a
bureaucratic stereotype of a homogeneous nation and a homo-
geneous population. This we clearly do not have. It seems
certain that national standards for Medicare payments will
result in many inequities due to genuine regional differences,
to say nothing of genuine differences in the needs of individual
Medicare beneficiaries. It is not yet known to what extent
these inevitable inequities will prove to be acceptable to so-
ciety.

But for the long haul there may be an even more funda-
mental issue that has yet to surface. If payments for DRG
services to Medicare patients are made uniform nationwide,
then a segment of mainstream medicine will have effectively
been nationalized. Are we really ready, as a nation, to move
toward a single national system of mainstream health care, or
would we prefer to retain our pluralistic system which allows
for regional and individual variations and differences? Is there
a chance that a bureaucratic imperative for administrative
convenience at the national level might actually make this
decision for us, even though no one may have planned it that
way? It would seem that this just could happen.

To date, the only government initiative that has been really
effective in controlling health care costs has been the system-
atic underfunding of government supported health care pro-
grams. The DRG system payments are now an obvious
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candidate for reduced funding, and this may be expected to
occur as soon as it is clear that the program is a “‘success.”
Underfunding, whether in the public or private sector, is a
powerful tool in health care today. In the final analysis, it
produces de facto rationing of health care services. So far the
poor have been getting the worst of it. Where the responsi-
bility lies for deciding who gets what care is not yet clear. No
one has yet stepped forward and claimed this responsibility.
Elsewhere in this issue is a position statement, ‘‘On Rationing
of Health Care,” adopted by the Council of the California
Medical Association. This at least places the issue on the
table. Just as the bottom line in a financial statement shows the
profit or loss, so the bottom line in health care will be the
human profit and loss from de facto or planned rationing
should this latter come about.

One can be uneasy about the nationalization of DRG pay-
ments. It is hard to see where this may lead, or in what way
this federal initiative to cut costs will succeed, if indeed it does

succeed.
MSMW

Cellular Basis for Injury and Repair in the
Adult Respiratory Distress Syndrome

THERAPY FOR THE adult respiratory distress syndrome
(ARDS) has continued to be supportive with an emphasis on
mechanical ventilation, positive end-expiratory pressure
(PEEP), careful management of intravenous fluid administra-
tion and therapy for the associated clinical disorder. Overall
mortality from this disorder continues to be high, about
60% ." This dismal figure is not much different from the mor-
tality figures available almost a decade ago when a National
Institutes of Health Task Force on the Adult Respiratory Dis-
tress Syndrome recommended that intensive clinical and basic
research be funded to increase our understanding of this dev-
astating disease. Even though a better outcome has not yet
been achieved, a number of clinical and experimental studies
have advanced our knowledge of the syndrome.
Well-designed, prospective clinical studies have estab-
lished that sepsis, aspiration of gastric contents and major
trauma are the three most common clinical disorders associ-
ated with a high risk for the adult respiratory distress syn-
drome.! In addition, a controlled trial of prophylactic PEEP
was completed recently in a group of patients at high risk for
the development of ARDS.? Unfortunately, the results
showed that applying 8 cm of water of PEEP before the
development of acute respiratory failure did not prevent the
occurrence of the disorder. Nevertheless, since the syndrome
develops in most patients within 24 hours of the inciting clin-
ical event,? it is important that these investigators were able to
identify high-risk patients early enough in their clinical
course so that treatment could be delivered before the onset of
the fully developed syndrome. Similarly, the success of cur-
rent and future clinical trials designed to test new treatment
modalities will depend on identifying high-risk patients early
in their clinical course. At our own institution, we have devel-
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ABBREVIATIONS USED IN TEXT

ARDS = adult respiratory distress syndrome
PEEP = positive end-expiratory pressure

oped a scoring system to quantify the progression of acute
respiratory failure in the early phase of respiratory failure
before a full-blown adult respiratory distress syndrome devel-
ops.? Other clinical studies have determined that the syn-
drome frequently occurs in patients with multiorgan failure
and is, of course, frequently complicated by infection.*

A number of experimental studies have provided new in-
sights regarding the pathogenesis of the early phase of acute
lung injury. We now know that one of the earliest abnormali-
ties in ARDS is the development of a protein-rich pulmonary
edema that is secondary to an increase in lung vascular perme-
ability. Furthermore, the results of some experimental studies
suggest that neutrophils play an important role in mediating
the early phase of the increased lung vascular permeability.5-¢
Activated neutrophils that sequester in the pulmonary circula-
tion can release toxic oxygen radicals, proteolytic enzymes
and lipoxygenase products of the arachidonic acid cascade,
all of which may in turn increase endothelial and epithelial
permeability and provide additional chemotactic signals that
amplify the inflammatory response.”-® Although neutrophils
are important in some models of lung injury, the adult respira-
tory distress syndrome certainly does occur in neutropenic
patients, and experimentally oxygen-induced lung injury does
not depend on the presence of neutrophils.® Even though the
clinical features of this syndrome are similar regardless of the
associated clinical disorder, the precise mechanisms of lung
injury may depend on whether the insult is delivered via the
circulation (as in sepsis or fat embolism) or via the airways
(as in aspiration of gastric contents or fresh water).

Even though considerable progress has been made in un-
derstanding the early phase of increased lung vascular perme-
ability, we still know very little about the mechanisms
responsible for persistent respiratory failure and the cellular
and biochemical factors that regulate the process of lung re-
pair. Further progress in unraveling the complex mechanisms
of injury and repair will probably parallel advances in under-
standing the cell biology of both resident lung cells and circu-
lating neutrophils and monocytes. Recently, for example,
Ryan and co-workers have succeeded in culturing and
studying endothelial cells from the pulmonary circulation.
They and other investigators have learned that the endothelial
barrier is not immunologically inert, and important endothe-
lial-neutrophil interactions are being investigated.'® In addi-
tion, a number of laboratories have evaluated the function of
neutrophils and the factors that control their adherence, ag-
gregation and activation in the pulmonary circulation.'° Some
investigators have focused their work on the alveolar macro-
phage, already known to be an important mediator of lung
inflammation in chronic interstitial lung disease and now
being studied for its role in modulating the inflammatory and
the fibroblastic response in ARDS.*!

From the standpoint of a cell biologist, the best understood
of all the resident lung cells is probably the alveolar type II
epithelial cell. In this issue of the journal, Mason, a cell
biologist and a pulmonologist, provides a fresh perspective
on the adult respiratory distress syndrome, emphasizing that
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recent insights into the function of alveolar type II cells may
shed new light on the pathophysiology of ARDS and suggest
new pharmacologic approaches for treatment. Under normal
conditions, type II cells synthesize, secrete and reabsorb
surface-active material, which is necessary for alveolar sta-
bility. In hyaline membrane disease of the preterm infant,
surfactant deficiency is the critical factor in the pathogenesis
of the infant respiratory distress syndrome. In fact, when
Petty originally described the adult respiratory distress syn-
drome, his selection of the term ARDS was influenced by
clinical and pathologic similarities between the infant and
adult respiratory distress syndromes. Mason suggests that
injury to type II cells in adult cases may result in production of
an ineffective form of surfactant that may be responsible for
some of the compliance and gas-exchange abnormalities after
acute lung injury.

Is a deficiency of normal surfactant responsible for the
observed pathophysiologic abnormalities of ARDS? The
early phase of the disorder is characterized by a substantial
decrease in static lung compliance, and it is possible that
alterations in the production of surfactant from alveolar type
II cells may contribute to alveolar instability, atelectasis and
right to left intrapulmonary shunts. However, much of the
decrease in lung compliance and the severe hypoxemia in the
early phase of the syndrome can be accounted for by the
pulmonary edema that fills the interstitium and air spaces of
the lung. In addition, recent experimental studies have indi-
cated that there are pronounced changes in airway resistance
and lung compliance in sheep given Escherichia coli endo-
toxin even before extravascular lung water rises. These me-
chanical changes in the lung can be prevented with inhibitors
of the cyclooxygenase pathway of prostaglandin metabo-
lism.'? Nevertheless, one group of investigators has reported
that biochemically abnormal surfactant can be lavaged from
patients with the adult respiratory distress syndrome, sug-
gesting that the production of surfactant may be abnormal,
possibly because of injury to type II cells.'® In the subacute
and chronic phases of the disorder, there is a notable decrease
in lung compliance even though pathologic studies have
shown that most of the edema has been cleared from the lung.
In this chronic phase, deficiency of normal surfactant may be
an important cause of the poor lung compliance, but this
mechanism is difficult to separate from the changes in lung
tissue compliance caused by the increase in fibroblastic ac-
tivity and increased deposition of collagen that develops in the
later phase of the disease. '

How important is the type II cell in recovery from acute
lung injury? It has been shown pathologically that the type II
cells are necessary for the reepithelialization of the alveolar
barrier after an initial phase of acute lung injury results in
destruction of type I alveolar epithelial cells.'* There is some
evidence that an intact basement membrane may be necessary
for type II cells to provide a new alveolar epithelial barrier,
but the precise biochemical signals by which this process is
regulated have not been established.

Finally, there is new information that alveolar type II
epithelial cells are capable of active ion transport from the
mucosal to the serosal surface; this process can be inhibited by
sodium-entry blockers, and it can be accelerated by (3-adre-
nergic agonists (see article by Mason in this issue). Recent
physiologic studies from our own laboratory have contributed
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evidence that active transport of electrolytes may be impor-
tant in clearing edema fluid from the air spaces of the normal
sheep lung.'s In addition, we have recently presented evi-
dence that 3-adrenergic therapy can augment alveolar liquid
clearance in sheep.'¢ Clearly, it is possible that type II epithe-
lial cells may be important in removing alveolar edema, and it
is also conceivable that injury to type II cells early in the
course of the adult respiratory distress syndrome might result
in a slower resolution of alveolar edema.

In summary, based on experimental and clinical studies,
Mason is probably correct in postulating a major role for
alveolar type II epithelial cells in both the evolution and reso-
lution of this syndrome. It is also likely, however, that circu-
lating neutrophils and monocytes that interact with resident
cells of the lung (endothelial cells, alveolar macrophages and
perhaps airway epithelial cells) are important in the patho-
genesis as well as recovery from this syndrome.
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Wouldn’t It Be Wonderful!

THE POSSIBILITY OF NUCLEAR WAR, nuclear terrorism or even
nuclear accidents weighs heavily on the world today, and this
will continue for the foreseeable future. The nuclear genie is
out of its bottle and there is no longer any way to get it back in.
If humanity is to thrive, or even to survive, ways must be
found to accommodate the ever present reality of the dual
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threats—the possibility that nuclear force will be used to
achieve someone’s purpose or that purposeless nuclear acci-
dents will occur with the accompanying though unwanted
devastation.

As everyone knows, the nuclear arms race between the
United States and the Soviet Union has been going on apace.
It is generally conceded that both sides now have an ample
supply of weapons—easily enough to destroy human civiliza-
tion. Recently, with the ascent of Premier Gorbachev to
power, the rhetoric from the Kremlin has changed and a
unilateral moratorium on nuclear testing has been pro-
claimed. At this writing the rhetoric from Washington has not
changed. It is obvious that everyone everywhere remains sus-
picious and skittish.

It is a fact that the arms race is a major economic drain on
both the major powers. It is diverting resources from what
both nations would like to be doing at home. It is also a fact
that two very different ideologies are at odds, and that each
would like to see its own prevail throughout the world. In one,
state control is as absolute as possible, and this control is
enforced by means of a police state. The belief is that the
collective good of the state takes precedence over individual
freedom. The other stands for democracy, individual
freedom, with only sufficient government to protect the rights
of all. Each ideology, in its own self interest, cannot afford to
have the other become too dominant. And a third fact is that
all of humanity, regardless of ideology, lives together on this
planet, sometimes called Spaceship Earth, in which there is
real and increasing human interdependence—biologic, tech-
nologic, ecologic, social, economic and political.

These facts are the realities to be dealt with. The approach
is and has been competition between and among autonomous
and independent entities, with huge amounts of resources
going into the competition. As far as nuclear weapons are
concerned there will be no winners. It seems inevitable that
the facts and realities just described will sooner or later lead to
a more cooperative approach among autonomous and inde-
pendent persons, groups of persons, human institutions, gov-
ernments and nations. As the reality of autonomy is better
recognized there will be less tendency to impose one’s will or
ideology upon others, with some reduction in the root causes
of conflict. Perhaps, if the door is even slightly open, there
could be a cautious approach at the highest levels to an inter-
national philosophy of *live and let live,”” and more specifi-
cally toward agreement and trust that could lead to some
gradual curtailment of nuclear weapons. We should beware of
moving too rapidly. Neville Chamberlain thought he had ne-
gotiated *‘peace for our time’’ just before World War II broke
out. But it is time for greater worldwide recognition that the
rules of the game are going to have to change, and that cooper-
ation rather than competition will have to be the way of the
future. The realities of nuclear power, independent ideologies
and human interdependence, and the corollary, the need to
develop instruments of cooperation, should be recognized and
encouraged at many levels of human interaction.

A new era of genuine cooperation! Wouldn’t it be won-
derful!

MSMW

Subliminal Note: Could there be a message here for medicine?
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